ABSTRACT
Introduction
Osteoporosis is the loss of cortical and trabecular bone to the extent that spontaneous fractures develop, usually of the vertebral column, hips, and wrists. The condition is a serious public health problem, especially for postmenopausal white women.
As the population ofelderly people increases, the preyalence of this disorder can be expected to increase unless preventive measures are instituted.
Fractures result in part from low bone mass ( 1). Although bone mass declines in all individuals with aging, it decreases more rapidly in women after menopause (1, 2) . Although still speculative, researchers express concern that the most important risk factor for postmenopausal osteoporosis may be the amount of skeletal mass acquired during adolescence and the early adult years. A lower peak skeletal mass in early adulthood followed by a decrease in bone mass at menopause places these women at high risk for postmenopausal osteoporosis (2) .
Postmenopausal osteoporosis is thought to be multifactorial in etiology, involving both hereditary and environmental factors. A family history of osteoporosis has often been cited as a risk factor despite little empirical evidence to support this view. Until recently the premise ofa genetic contribution to osteoporosis was based on the study of the bone mineralization of the appendicular skeleton of twins (3) (4) (5) (6) (7) (8) and of mother-daughter pairs (9, 10) , and on racial differences in skeletal mass (1 1, 12 
Results
The BMD values ofthe lumbar vertebrae and femoral areas for the mothers and daughters are presented in Table 2 
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